Weencountered a 67-year-old man who presented with repetitious dysphasia accompanied by periodic lateralized epileptiform discharges (PLEDs) on the electroencephalogram.
Introduction
A brief period of impaired consciousness and/or motor paresis sometimes follows a convulsion (1) . This transient period has been recognized as a postictal state, during which somepatients cannot express wordsspontaneously or comprehend what other people say and exhibit motor paresis (1) . Apart from the postictal state, epilepsy itself on rare occasions may cause speech disturbance: epileptic dys-or aphasia (2) . However, if dysphasia is the sole clinical manifestation, it is very difficult to differentiate between the above two conditions. The diagnosis of epileptic dysphasia is especially difficult, because of the difficulty of identifying a clear correlation between dysphasia and electrical seizure on the electroencephalogram (EEG).
Periodic lateralized epileptiform discharges (PLEDs) is a relatively uncommonEEGphenomenon consisting of periodic or quasi-periodic spikes or sharp waves, occurring at 1-2 second intervals in association with structural brain lesions (3) . Weencountered a patient with epileptic dysphasia accompanied by PLEDson the EEG. We report the patient and describe a clear relationship between the dysphasia and PLEDs.
Case Report
A 67-year-old right handed man was admitted to the emergency ward of our hospital on December 4, 1991 because of a generalized tonic-clonic convulsion. The convulsion was successfully terminated by intravenous administration of anticonvulsants, but mild dysphasia persisted. EEGsobtained on December 5 and 10, when the patient had dysphasia, exhibited PLEDsin the left hemisphere. The PLEDspersisted throughout the recording time, about 30 minutes. The dysphasia gradually faded away over a few weeks. The patient was treated with sodium valproate and discharged on December 30. On January 31, 1992 he was admitted to a local hospital because of a recurrence of the convulsions. After the convulsions stopped, the patient again experienced dysphasia for a few weeks, and another EEGon that day showedPLEDson the same side throughout the recording time. The dosage of sodium valproate was increased because the blood concentration of the drug was below the therapeutic range, and the patient was transferred to our hospital on February 1 7 for further examination concerning a possible relationship between the dysphasia and the convulsions.
The patient is a retired truck driver. He had a 1 0-year-history of hypertension well-controlled by medication. He had no family history of convulsive diseases or past history of convulsions, and no diabetes mellitus, drug abuse, history of cerebrovascular accidents or cardiac disease. Heconsumedlarge amounts of alcoholic beverages and smoked a pack of cigarettes a day for many years, but stopped virtually all drinking of alcohol and smoking when his hypertension was diagnosed. On physical examination, his blood pressure was 150/90 mmHg, Received for publication March 19, 1996 ; Accepted for publication November 18, 1996 Reprint requests should be addressed to Dr. throughout his course. These symptomsdisappeared gradually over a few weeks. Sodiumvalproate was substituted for carbamazepine, and thereafter the patient never had a convulsion or dysphasia during a follow-up period of 3 years, except for one minor seizure without dysphasia. A follow-up EEG obtained on May 1, 1992, when the patient was free of speech disturbance, showedno epileptic discharges.
Discussion
This case was characterized by repetitive generalized convulsions, each of which was followed by dysphasia accompanied by persistent PLEDs. It is well known that brief periods of speech disturbance follow seizures because of postictal paralysis involving both the speech and motor areas (1). Apart from this condition, a seizure itself may cause speech disturbance: suggest complex partial seizures (1) . A good correlation between the electrical seizures on EEGand the clinical symptoms should be required to establish an adequate diagnosis of epileptic dysphasia.
We diagnosed the present patient as having epileptic dysphasia for the following reasons: 1) PLEDs were recorded only in association with periods of dysphasia with the best reproducibility.
2) The resolution ofdysphasia with the administration of anticonvulsant in the absence of the administration of antiplatelet agent strongly speaks against TIA, although patients with acute cerebrovascular lesions and watershed-type infarctions often exhibit prolonged focal motor attacks that are usually associated with PLEDs (3). Weencountered a patient with partial seizures originating in the dominant hemisphere, which resulted in dysphasia. The generalized convulsions may have been followed by the partial seizures, or mayhave been secondary generalization of other clinically unrecognized and missed minor seizures. The periods of dysphasia were unusually long for an epileptic dysphasia, since speech disturbance in epileptic dysphasia is quick, fleeting, and faint in nature (5) . The long duration of the dysphasia, approximately a few weeks, was compatible with status epilepticus, and PLEDshave been recognized to represent status epilepticus on electroencephalograph (6) . Epileptic dysphasia is a rare clinical condition (7) (8) (9) (10) (11) (12) (13) (14) (15) (16) (17) (18) (19) , and the present case is noteworthy because of the prolonged dysphasia with persistent PLEDswhich persisted throughout the recording time. Although Wells CR (19) reported a case of epileptic dysphasia and PLEDsappeared transiently in that case, noneof the previous cases of epileptic dysphasia were accompanied by persistent PLEDsas the present case. We revealed that PLEDsproduced reversible significant functional damagesas muchas, or morethan ictal event did, and valproate was not at all the first-choice for our patient with partial seizures. In view of the high correlation between cerebrovascular disease and PLEDs (3 , 6) , a probable underlying pathophysiologic cause may be cerebrovascular in the present case. The results of magnetic resonance imaging of the brain support this probability. Webelieve that there is no possibility of a connection with alcohol withdrawal, since he stopped drinking alcoholic beverages 10 years before the onset. Wealso believe that the patient's history of heavy alcohol drinking played a significant role in the brain atrophy and mild ataxia.
